Negation of responsibility: a heavy price to pay?
Who are one's peers? Why should anyone of a similar status take it upon themselves to assess a colleague? These are difficult questions, but they need to be answered and soon.
It is my feeling that the Royal Colleges and the specialty associations must take this on board. I should like to see the Royal Colleges coordinating review boards set up by the specialist associations. The Specialist Advisory Committee has looked at senior registrar positions in the past; now similar bodies must look at incumbents of the consultant class. It may be said that this is merely copying the American system. In part this is true, and that is not a bad move as there is no doubt that continual assessment keeps people on their toes, productive and upto-date. On the other hand, I have never thought that the attendance at courses and the credit point system used by our colleagues across the Atlantic is a good system. One can take a horse to water but not make him drink. Courses and conferences can end up being mere jamborees (not all of course) with a substantial number of people merely attending to sign on for their credits.
So what form will assessment take? It must, of necessity, be different for the various types of hospitals and institutions. In some, teaching and research will playas important a role as the surgery performed. In others, throughput, quality control and clinical research will be the major role.
I ask, would you rather be questioned by colleagues or by administrators? The choice is still there, but if we procrastinate for much longer and shirk our responsibilities, we may have to pay the heavy price of non-clinical assessors investigating us.
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0141/0768/87 090542.()2/$02.00/0 @1987 The Royal Society of Medicine Like it or not, surgeons are going to be assessed with respect to their productivity, efficiency, economy and maybe even their current knowledge, availability and usefulness/need. Hard on the heels of financial constraints have come performance indicators, clinical budgets and further manpower assessments. No one would argue that we have neglected to address these problems, and too often in the past we have hidden behind the excuse of our heavy clinical commitment. In truth, we have never really wanted to know and certainly up until now have never confronted these problems. Griffiths, Komer, Short and the Joint Planning Advisory Committee have made us aware we are being looked at in every way.
Personally, I welcome it, because I have always considered it somewhat unhealthy that an appointment lasting 25 to 30 years should be so safe that only alcoholism, drug abuse, the breaking of professional codes with patients, and occasionally madness can lead to dismissal. There are many of our colleagues who, once appointed, never again put pen to paper; who do not attend conferences; and who end up 30 years later performing the same procedures that they learned as surgeons in training.
However, although I welcome some form of assessment, I would abhor this to be undertaken by nonmedical administrators. But unless we act and opt for peer review, that is the obvious action that will be taken by the DHSS.
Alcohol, seizures and epilepsy
Although the disastrous physical and psychosocial consequences of excessive alcohol are well known, attention is most frequently focused on damage to liver (cirrhosis) and peripheral nerves (peripheral neuropathy). If a patient presents with either of these, the possibility of alcohol being the cause is not likely to be forgotten or missed, but the same cannot be said for the effects of alcohol on the brain, even though these may be equally dramatic. Such terms as Wernicke's encephalopathy, Korsakoff's psychosis and, less commonly, central pontine myelinolysis and the Marchiafava-Bignami syndrome may roll off the tongue, but cases are often still not diagnosed until autopsy". Alcoholism is also a cause of global dementia and ataxia due to cerebral and cerebellar degeneration. In addition to thiamine deficiency, there are several possible mechanisms, often acting together, whereby alcohol produces brain damage, but in many cases the pathogenesis remains undetermined. The effects of alcohol may be insidious and subtle, and there needs to be a high index ofsuspicion for it to be recognized as the cause of intellectual or memory impairment, depression, ataxia or seizures.
This issue (p 571) includes a timely and useful review of 'alcohol and seizures' by Drs Brennan and Lyttle and brings into focus 2 main issues: (1) the alcoholic who has seizures; and (2) what advice about alcohol should be given to people with epilepsy?
Alcoholism is common in the UK, as it is in many other countries. In some series, 10% of chronic alcoholics have recurrent seizures and a considerably higher proportion have solitary seizures. These attacks may follow cessation of drinking when they may immediately precede, or be associated with, delirium tremens. Less often they occur during a steady or massive drinking period. In some cases the seizures will be attributable to the complications or consequences of alcoholism, e.g. cerebral atrophy, trauma or stroke", whereas others will have preexisting epilepsy or potentially epileptogenic lesions.
The occurrence of recurrent convulsive seizures in chronic alcoholics without other underlying epileptogenic disorder, and unrelated to sudden withdrawal or massive intake of alcohol, is referred to by some authors as 'alcoholic epilepsy':', but others" prefer to confine the term to those who are no longer drinking, i.e. are having recurrent seizures yet have been free of alcoholic dependency for some time.
Whilst there are several possible causes of alcoholrelated seizures in those who do not have pre-existing epileptogenic lesions, there is further controversy as to whether or not alcoholic epilepsy occurs only in those constitutionally predisposed, i.e. dependent on an underlying susceptibility or low threshold. At present, the term 'alcoholic epilepsy' has various interpretations and is liable to lead to confusion and so is best avoided.
It has also been suggested that seizures associated with alcohol withdrawal do not deserve the term 'epilepsy'", and we agree that the term is unhelpful as a diagnostic label if the underlying cause is known. It can be argued that the term 'epilepsy' is justifiable only in cases of primary generalized epilepsy, where seizures are the sole manifestation in an otherwise normal person and the cause not yet discovered.
Most authors agree that the commonest cause of alcohol-related seizures are 'rum fits', which are tonic-clonic convulsions (grand mal in nature) occurring either singly or in short series on withdrawal of alcohol after a period of chronic intoxication. The majority occur between 7 and 48 hours after cessation of drinking (almost 50% between 13 and 24 hours") and are probably more common than realized. The factors associated with alcohol withdrawal considered most likely to precipitate seizures are hypoglycaemia, hypomagnesaemia and respiratory alkalosis7; alcohol withdrawal also heightens photic sensitivity and can lead to television-induced seizures". When isolated or recurrent seizures occur in an adult, particularly if television-induced, the possibility that they may be related to alcohol should be considered.
In those patients known to have epilepsy, sporadic or recurrent seizures may be related to drinking alcohol, and not infrequently this is associated with lack of sleep. Sleep deprivation, enhanced photic sensitivity and accelerated metabolism of antiepileptic drugs due to drinking alcohol should be considered among the possible reasons for poor control Journal of the Royal Society of Medicine Volume 80 September 1987 543 of epilepsy, occasionally because the patient does not continue to take the drug as prescribed ('The doctor said I must not have alcohol with the treatment so I stop the drug when I drink').
What advice, then, should be given about drinking to those with epilepsy? In 1901 Gowers? wrote: 'Stimulants should be taken sparingly by epileptics. In young persons who have not been accustomed to stimulants, alcohol is better avoided altogether'. This advice is still the counsel of wisdom, abstinence being preferable for those on anti-epileptic drug treatment, although very moderate social drinking (one or at the most 2 drinks on special occasions or say once or twice a week) may be harmless!", Large amounts of beer (e.g. 3 pints or more in an evening) particularly carry the risk of precipitating attacks because of the amount of fluid consumed as well as the alcohol.
In pregnancy, alcohol taken by the mother can result in the fetal alcohol syndrome, and the teratogenic effects of alcohol may be synergistic or additive to the effects of phenytoinII; the advice now given to women to abstain from alcohol during pregnancy is all the more important for those with epilepsy, especially ifthey are taking phenytoin. In spite of the oft-repeated and much advertised advice not to drink and drive, it is surprising that people still do, but there is no group to whom this advice is more applicable than those with a history of epilepsy but eligible to drive in accordance with current regulations'P.
MLE Espir F Clifford Rose
Department of Neurology Regional Neurosciences Centre Charing Cross Hospital. London
